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Ursolic Acid Protects H,O,—induced Myocardial Oxidative Stress by Promoting Autophagy
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Abstract: Objective To investigate the antioxidant effect of Ursolic acid (UA) on H,0,— induced myocardial
oxidative stress injury and the regulation of autophagy. Methods The HO9C2 cells were in wvitro cultured with
200 pmol-L™" H,0; for 24 hours to establish H,O,—induced myocardial oxidative stress model. The cells were divided
into normal group, solvent group, model group, and high—, medium— and low—dose UA groups (10, 5 and
2.5 wmol - L' UA, respectively). The cell survival rate was detected by CCK—8 method, the cell proliferation
activity was detected by EdU, lipid oxidation level was presented using content of malondialdehyde (MDA) and was
detected by TBA method. The activity of superoxide dismutase (SOD) was detected by WST-8, and the autophagy
related proteins of LC3— 11/ 1 and p62 were detected by Western Blot. Results Compared with the normal group,
the cell survival rate, and the percentage of EdU positive cells (with red florescence) decreased (P <0.05) in the
model group; the level of MDA significantly increased (P <0.05), the activity of SOD decreased obviously (P <
0.05) ; the expression ratio of LC3—II/ 1 increased (P <0.05) and p62 expression decreased (P <0.05). Compared
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with the model group, The high—,

medium— and low—dose of UA could increase the cell survival rates and the

percentages of EdU positive cells, decrease the levels of MDA (P<0.05) , increase the activities of SOD (P <

0.05), increase the expression ratio of LC3— I/ 1 (P <0.05), downregulate the expression levels of p62(P <0.05)

of cells. Conclusion UA can improve the viability and proliferation ability of HOC2 cells injured by H,0, induced by

oxidative stress. It can decrease the level of MDA, increase the activity of SOD, promote cell autophagy, and

improve the damage of oxidative stress.
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